Stuttering following brain damage. Brain and Language 1976; 6:92-6 Hypothesis formation: The authors made no claim that this amelioration effect was a psychological or organic phenomenon nor did we imply a prescription for acquired speech dysfluency. We only reported observations that the thalamic stimulation had suppressed the pre-ictally present abnormal mesothalamic discharges and subsequently had controlled the pain; this also had secondarily resulted in the elimination of acquired stuttering. Since the pre-nuclear reticular network3 (PNRN) is located here, it is likely that the mesothalamic modulation of the PNRN had a role in the elimination of speech dysfluency (motor speech spasms). Support for this assumption has come from the additional observations of amelioration of acquired stuttering in other patients secondary to similar mesothalamic mechanism. F 7-7, H 0-0, L 6-8 mm) . The bare component ofthe unipolar electrode extends 3 mm rostral to the tip at a 45 degree angle. In the sagittal plane the variability is approximately 2 mm. In this case therefore the possible structures which may be involved are the centromedian nucleus and parafascicular nucleus of the thalamus, the prerubral field ofthe mid brain, the medial part of the VPM nucleus of the thalamus, the habenulo-interpeduncular tract, the field H of Forel and the rostral components of the brainstem reticular formation.
Electropathological discharges and localisation: The EEG discharges observed in this case and used for final electrode placement were characteristic of discharges observed in other patients being similarly treated for chronic pain syndromes. The discharges have included an area in the rostral mesencephalon in contiguity with the posteromedial thalamus in which the centromedian nucleus was most frequently implicated. Since the discharges are generated by cellular elements and not by fibre tracts, and since attenuation of the discharges is accompanied by improvement without sensory and motor impairments, it was theorised that the observed effects were due to implication of neither the fibre tracts nor thalamic sensorymotor nuclei.
Clinical reports without histologicat control: It is unfortunate that precise anatomical localisation of an electrode cannot be given in the present case, nor in any other clinical reports which by necessity are dependant upon a stereotactic atlas of the human brain.'
The most that one can expect in a brief case report, is to diagrammatically illustrate the anatomic site of localisation and to identify the site by the structure or anatomic system whch most likely accounts for the results. In our report, it is expected that the readers will refer to the diagrammatic insert and realise, as did Mr Goadsby, that in all probability the centromedian nucleus is not involved to the exclusion of other structures.
The same reporting methodology was apparently used, in the rat studies quoted by Mr Goadsby, on cerebrovascular changes elicited by electrical stimulation of the centromedianparafascicular complex in the rat. A non critical reader may think that the (C-M) complex is exclusively responsible for the findings. Although the electrodes are in the (C-M) Complex, the tractus retroflexus of Meynert may also be implicated for the following reason: histological diagrams of the electrode localisations reveal several points next to the tractus retroflexus of Meynert, which runs through the (C-P) complex. That tract, in part, conducts impulses from the anterior diencephalon and septal area, structures which are associated with BP elevations in response to high frequency discharges. Furthermore (1986) in the rat, is of interest in view of our demonstrating increased thalamic blood flow without obvious cortical involvement. One is tempted to speculate that the underlying mechanism is the same in both instances despite the deficiencies in specific anatomical localisation. The evaluation of local blood volume or local glucose utilisation depends on the radiolabelled agent used in SPECT. Iodoamphetamine (IMP) used in this case primarily evaluated rCBF, but probably also indirectly reflected local cell functions or metabolic state.3
Blood pressure: Acute changes in BP, as reported in the rat, were not noted in this patient nor any other during stimulation in the general area of the centromedian nucleus, even at threshold stimulation for sensorymotor responses. Spontaneously and artificially induced after-discharges also were not accompanied by BP changes.
BOOK REVIEWS
The Right Cerebral Hemisphere and Psychiatric Disorders. By JOHN CUTTING. (Pp 479; £45.00.) Oxford University Press. 1990. ISBN 0-19-261764-8 The fascination with the functional differences of the two cerebral hemispheres lives on. We have come a long way from the quasiphrenological theories that attempted to localise discrete functions to specific areas in the right or left hemisphere. More In my view the main strength of the book lies in its second section which skilfully explores the common ground between many psychiatric and neurological phenomena which, at times, have been artificially separated. Various disorders of awareness, language and thought and other symptoms such as delusions are dealt with here. New insights into phenomenology are abundant and I can easily envisage coming back to it in search for an explanation, when puzzled by clinical cases. The last section is perhaps best seen as food for thought and it is less likely to stand the test of time.
Cutting firmly believes that a hemisphere imbalance, with impaired functioning of the right hemisphere, is at the root of schizophrenia. The evidence for this, as Cutting himself points out, is far from conclusive and the recent imaging and neuropathological studies have failed to provide the desired proof. In fact, finding a coherent explanation to encompass the evidence implicating abnormalities in various cerebral sites in schizophrenia is one of the greatest challenges facing psychiatry; and hemisphere imbalance is unlikely to be a satisfactory explanation.
The evidence is even less convincing for affective illness and autism. These problems do not detract from the interest of the book, but add to the hope that Cutting will again be tempted to write on the subject when, in a few years time, the biology of psychiatric illness will be better understood. All those interested in the complex relations between brain and mind should read this book.
MARIA There is little doubt that the dizzy patient will at least receive a more accurate diagnosis if suitably investigated in a clinically directed neuro-otology laboratory, even if he or she emerges with specific drug or surgical therapies which are often disappointing.
The second edition of this book from UCLA appears some eleven years after the first. It is conventionally divided into three
